Identification of a new parameter, At(T), controlling the thermally induced effects on Kevlar 49 fibres by Iyer, RV & Vijayan, Kalyani
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LPS and PMA stimulate the intracellular respiratory
burst in macrophages, but fail to inhibit the growth of
intracellular mycobacteria.
Recently Molloy et al. 2' highlighted that tuberculosis
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i nfection is controlled by granulomatous response and
this is intimately associated with accumulation, activation
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and death of mononuclear leucocytes. Molloy et al.
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pointed out that cell death could be due to necrosis or
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made on one Mycobacterium species are relevant to the crystallinity, weight, tensile strength, and surface
another. On the contrary, when we treated M. tuberculosis damages in Kevlar 49 fibres is controlled by the
or M. smegmatis infected human monocytes with ATP, duration of each and individual thermal exposure,
we observed loss in monocyte viability confirming apop- At(T ). Several short exposures cause less damage to
t osis with no reduction in bacterial viability. The reason the fibre than a single long exposure. This observation
for this discrepancy is under investigation.
	
is user-relevant.
We conclude that there is no killing of M. tuberculosis
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i n the structural as well as the tensile characteristics of
these fibres. The observed structural changes were:
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